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Rhabdomyolysis after Lamotrigine Poisoning: A Case report
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Lamotrigine is a newer anti-epileptic drug for adjunctive treatment of refractory epilepsy, partial seizures, general-

ized tonic-clonic seizures, and bipolar disorder. Lamotrigine overdose causes serious central nervous and cardio-

vascular problems, but reports are uncommon.

Few lamotrigine overdoses have been described because anti-epileptic drug use is limited and usually used with

combination of other anti-epileptic drugs. In addition, most patients visit emergency departments with multi-drug

overdoses, so few cases of lamotrigine poisoning alone exist.

We had a female patient visit our emergency department a couple of hours after a lamotrigine overdose treated with

intravenous hydration and urine alkalization by NaHCO3. She recovered successfully without any evidence of renal

injury. However, she developed profound rhabdomyolysis, a previously unreported complication of this medication.

We suggest that serial creatine kinase levels should be measured after lamotrigine poisoning.
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B Az oA, vidg ekl ¢ 3, $54 ¢
de &, 39, 3§ dA7 & 5 I A,
lamotrigine B% 3F -840 2 3 H2go tig B
IE A1, 3 EH o5td FEZgAMTol AT 5
7t Ao} Venlafaxine= FA] ol #& 58313719 2
Ao 2] AAAA7L BEHA Frb. o] ARES
H 4ol Lamotirigine &% 3 £803 A3t 3
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LH(EREAFEFHE 04) FF 7)€ 3 mmE &
Zo] FYaE AL gdon] e Sdes
Agich. FHEAFE 9 158/104 mmHg, Wk 843] /2
IEFF 283/, A& AN 360 P, 34 FF 273
o fgew, NFEHA AN BaF AF, A% 2 WA
7, dE F2%2 dkal(ankle clonus reflex)E 19
1, wpRl A7) kAR Babinski reflex) = &4 o]t}
A&7 91 2 (confusion)® ZHA oF 3% (seizure-like
movement)E B A lorazepam 4 mgg FW Foz 3
A=At o] A AAHL SL AgsHPa A 50g
H] Y138 F3to] Fofstgict. A A7 At kel Uuk 5}
8 HAAMA o] 274 glglovt 9 HALA pH
7.293, pCO; 45.8 mmHg, pO; 81.2 mmHg, HCO; 21.5
mmol/L, base excess -4.0, O2 saturation 94.4% & t)A}
3 Akl gllrh(Table 1), F5 XA oM So] &4
#F =7 gkon, AA=eA QRS B4, QTc A 27
glo] 345215 (Normal sinus rhythm) 833]/%-0]Jt}.
A e FEE 0.7 mg/dLola, 617 A3 #F
T 94 e 2L EFAHE 14508 3EHY
CFH AE H FWE HALelA pH 7,315, pCO; 36.4
mmHg, pO; 76.6 mmHg, HCO3 18,0 mmol/L, base

Table 1. Serial arterial blood gas analysis results

2124 21 Lamotrigine &S IIH=2802 YME 222803

excess -7.1, O, saturation 94 8% & A &2 ¢l AL Ak
Zo] AT} 12417 B #F T oA e 43 |

233 A7 DAL A Bol 27 gislenh, Wl A}
oJA] AST/ALT 108/26 IU/L, amylase 663 U/LE Z7}¥
27 993z F98 HAA pH 7.319, pCO, 12.5
mmHg, pO2 143.0 mmHg, HCO; 6.2 mmol/L, base
excess -19.3, O2 saturation 98.5% $t}. Creatinine
kinase 16,393 IU/LE 715, A o] HZA4S ey
o 8 ZAA}eA Urine myoglobin ) 3,000 ng/mL o)A}
02 FFIF3F AAS BErH(Table 2),

AEZZF= X EE 93] Hartman solutione A7+
400 ml/hr2 AFaEA di=F 74 aHE AR,
FEHNIEFS urine pH 6.5 o1 F X3 A&4 A
W Rt Fo] AR 19 3 Al " F3 ZAARIA
Creatinine kinase 34,745 IU/LZ Z7}5E 4274 B0
u, Aado] BN R SHEE & Bgon, T A
Z 29 & creatinine kinase 16,879 IU/LE ZFAE o] 4
d g FERWEF FogE 24893, 59 F creati-
nine kinase 1,820 IU/LZ 74 = cH(Table 2).

] ¥ X & 394 asparate amino transferase(AST)/ala-
nine amino transferase (ALT) 282/73 IU/L&2 Z7}5+&

Data Initial 6 hours 12 hours 24hours HD?2 HD 3
pH (g/dL) 7.293 7315 7.319 7.431 7.453 7.436
pCO; (mmHg) 45.8 36.4 12.5 40.7 41.7 42.6
pO; (mmHg) 81.2 76.6 143.0 160.6 73.5 1149
HCO; (mmoVl/L) 21.5 18.0 6.2 26.6 28.7 28.2
Base excess (mmol/L) -4.0 7.1 -19.3 2.6 4.8 42
O; saturation (%) 94.4 94.8 98.5 100 97 97.8
Table 2. Serial laboratory results
Data Initial HD 1 HD2 HD 3 HD 4 HD 5 HD 6
Hb (g/dL) 15.4 13.3 11.6 11.8 12.7 134 13.3
WBC count x103 (/L) 6.9 16.7 8.1 6.2 7.0 7.8 7.2
AST (IU/L) 20 108 280 236 282 190 113
ALT (IU/L) 13 26 45 63 73 79 59
Amylase (U/L) 92 916 388 421 153 88 93
BUN (mg/dL) 7 5 5 2 3 4 4
Creatinine (umol/L) 0.6 0.6 0.6 0.6 0.5 0.5 0.4
Creatinine kinase (IU/L) 70 16,393 34,745 16,879 10,411 4,786 1,820
CK-MB (ng/mL) <0.5 13.2
Troponin-1 (ng/mL) 0.01 0.29
Urin myoglobin (ng/mL) >3,000
Urine pH 5.0 5.0 8.0 8.5 8.0 8.5 8.0

WBC: white blood cell, ALT : alanine aminotransferase, AST : asparate aminotransferase, BUN : blood urea nitrogen, Hb : hemoglobin
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& AF 5803 Q3 o]x}H el FUl= Asn gF3
Q¥ g g 3R, YLXE 59A AST/ALT 113/59
IU/LE ZHAEo] FF ofgolr 34 #3872 slgct
(Table 2), JYAR 1Y F amylase 916 U/LE Z715
Aot lipase:= A&2 02 A4} A7 Holx AlA AR
& B ol 27 BFEHA Yol A} #F stY, 3
5 ZAaso] AYAE SYA amylase 93 U/LE HYoh
(Table 2). JHAE 6Y F o] 34 glgler H4Y 14
AR el ellM FHAF 37| =2 st 5Lt gt
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Lamotrigine {3,5-diamino-6-(2,3-dichlorophenyl)-
1,2,4-triazine}& HF@ANA 9 F5Eo] Holufar, A4
4E Q58 (linear pharmacokinetics)d 543 v}ehy
W T2 B A3 ALE e JFL v]E v
A AL -4 FEEH, 1993 Bl oA 4315
7] A&ste] 70705 ol ol A 2hA e A8 AlZA dE] 2
ol FE o},

g 717 AY-AEH YEF S EE(voltage-
dependent sodium channels)-& 2o} T2A AAAG
E A (excitory neurotransmitter) 9] 2H]E 9A5le] o
F A9 (presynaptic membrane)g FASIA|A 3 712
AHRE Vehle 2oz g4 Ut Lamotrigine
BT T F A3 BM A BE F57} o] FoA|n,
#1184 4 (peak plasma level)& 24217t ol & &
B4 D, FeH o2 500~700 mg/day ME A4
GEHFLA 548 Mol A B Ao 243 o5
2 W AA G Aot 27 YANEL glu-
coronide conjugate2A] 90%= A o 2 &5 o]
& Alels AdlolA AEE 5 AP,

Lamotrigineel &3t F4 ANRAA $5 F4ow
Briassoulis 57| &g FH R0 nf=2H 7] 247
ol 21d& doZ 5 9lon, 2971 JA, At 28
7% (hypertonia), & 4J2F(muscle weakness), 1.3}
AX(ataxia) g YERI oY, B ZaclME 02 < 3
& (seizure-like movement) £ t}& ZA4L VER}A] &
ot A5 22 Herold8)7F AHE 4 QRS 4, ¢
Z A7) & M9 (right axis deviation)$] WA o] sodium
channel blocking &3} ¢ 2]3}o] ‘Q*ﬂfg ES 9\}:01 lamot-
rigineo] 921 7} Aol thgt B 19} Peano 579] ven-
tricular tachycardia®] A& B3t gAq B =4
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AMe 27 Adx 9 533 33 E AAx AdAx 5ol
W3l 32 =R gt & AAE AP 3] A E o]
AHS-E 7] Wi g Hgo g Bt FHil, 53
lamotrigineol] i3t o] A AT Ruz = AA7IA] AAHE
2 o]dol Uigt Bl o 3 AZAS} A A B8
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o gt H 1= wl)-g- Ao},

B ZF oA = AST/ALTS} amylase7t B8 " 4 ¢l
o] ulul3tA 7} HAch7t 47t H9ich. Sauvé 5109
valproic acidg E83t1 Y& Fx} oA lamotrigineo]
F71 o @ 3 B 34 el it B 3EE §
&}od valporateZ} 7Fe] glucuronic acid metabolismo]
F9 A} F =29 lamotrigine®] AASE Z2AHA A8
SHNNE 7 TS 4o & &L A gt w
ZhA] o] FA BAF FHLE $l= 5L 5
2] 5] 402 A7 & 5 9J& Aot Jadresic”
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£ B39 2 7)13E AXFAE B AAT 7He S Al
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Lamotrigine #3 5§ & WA AE 28305 21
Z+& Schwartz9} Geller®7} B33k} 9] 01} quetiapine
I 43728 Fuk A3 ga I ¥¢l 0.2 A paradoxical
seizure B JAZ L2 F Qg o2& RFAH
(immobility)¢] 7Fs/d-& v Al8LA] Kl govt £ F el
AE SHtEo] BE4-8 &3 &) gla FEAE 9 Al7ke]
ol F O lamotrigine . 2 Q3 JE L GHF S AT
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5= YAl(sodium channel blocking) 77} F73 2 A
¥ (skeletal muscle cell)S B¢HA3}A 3o LA ¢
A& Aol F&3 Barvt 9ot
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